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TRAUMATISM AS A CAUSE OF LOCOMOTOR 
ATAXIA: A CRITICAL EXAMINATION OF 
THE EVIDENCE, WITH REPORTS OF THREE 
NEW ALLEGED CASES. 1 

By MORTON PRINCE, M.D., 

Physician for Nervous Diseases to the Poston City Hospital. 


T HE liability to litigation of cases of locomotor ataxia 
alleged to be due to injury gives to the matter of 
this paper considerable practical importance. 
Most of the text-books from which practitioners derive 
their opinions in such cases state that trauma is a cause 
of this disease. It is, therefore, important that the cor¬ 
rectness of this opinion be either established beyond 
question, or, if this opinion is not well founded, that this 
fact be shown. On three occasions I have been asked to 
give an opinion as to whether the existing locomotor 
ataxia was, or was not, caused by an accident. Two of 
these cases were the subjects of litigation. I will men¬ 
tion, first, those main facts of the second case that are per¬ 
tinent to this inquiry. 

On the 29th (?) of March, 1890, a man stepped from an 
electric street car while it was in motion. The car had 
almost stopped, but just as the patient stepped off it 
started again. He somehow missed his footing and fell 

1 Paper presented at the meeting of the American Neurological Asso¬ 
ciation, May, 1894. 
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forward, striking upon his face and chest. At the time, 
he felt “a curious feeling” (not a pain) in his back. It 
seems to have been the jerk of the car that caused him 
to miss his footing. There were no particular local in¬ 
juries at the time, excepting a sprained wrist, but that 
evening he states that he had some nausea, and he lay in 
bed the next day, Sunday, to rest because he felt weak 
and faint. There do not seem to have been any special 
symptoms at the time, excepting a sprained wrist, which 
prevented him from working at his trade, that of a book¬ 
binder, although he continued to go regularly to the 
workshop where he superintended the work. At the end 
of one or two weeks the wrist was well. 

In the following June, that is, between two and three 
months after the accident, for the first time he began to 
have tabetic pains in the feet and legs. For these he 
attended the Homoeopathic dispensary, where the phys¬ 
ician in charge pointed out to him that he had ataxia. 
He was not conscious of this later fact until his atten¬ 
tion was called to it at this time. After this, he noticed 
that he staggered and had some dizziness. From this 
time on, tabetic symptoms seem to have developed with 
considerable rapidity, so that when I first saw him in 
the early months of 1894 (three and one-half years later), 
he presented an extreme picture of posterior sclerosis. 
A careful inquiry into his previous history, aswell as 
an examination of his body, failed to disclose any evi¬ 
dence of syphilis. 

It is worth mentioning that on August 3, 1890, that 
is, about four months after the accident just related, the 
patient met with a similar accident, falling in the same 
way as he was getting off a street car. Up to this time 
he was fairly well, but from the date of the second acci¬ 
dent his condition rapidly grew worse. I gave the opin¬ 
ion that the spinal disease in this case was probably 
not due to the accident, but that an incipient tabes, with 
unsuspected ataxia, had existed previous to the injury, 
and that the patient had probably fallen in consequence 
of the ataxia. 

My reasons for this opinion were : 

First. The slight nature of the injury. 

Second. The absence of any examination at the time 
of the accident, to show that the patient was free from 
this particular disease. 

Third. The patient did not know he was ataxic until 
the fact was pointed out to him by a physician. After 
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this, he recognized that he staggered, and, in fact, had 
advanced inco-ordination. 2 

It is evident, then, that ataxia must have existed for 
some indefinite time previous to his visit to the dis¬ 
pensary. How long a time? If a day, it may have ex¬ 
isted a week, a month or two months (the time that had 
elapsed since the accident). We are all aware that tabes 
may exist for a long time before its presence is discov¬ 
ered. It may be that a patient, on being tested, is found 
to have a diminution or loss of one or both knee-jerks; 
or he may exhibit considerable static ataxy and diffi¬ 
culty in walking with his eyes shut, but not when open, 
or in co-ordinating his muscles so as to describe a circle 
with his toe. With these symptoms there may be more 
or less pupillary paralysis, and yet the patient may be 
unaware of his condition until the development of severe 
pains, gastric or laryngeal crises or loss of vision calls his 
attention, and that of his physician, to the fact that he 
has locomotor ataxia. 

In fact, in these cases where sensory symptoms are 
late in making their appearance, the sclerosis of the pos¬ 
terior columns has usually made considerable progress 
before the patient becomes aware of the motor and other 
disabilities. Such symptoms as I have just mentioned 
are not likely to attract the attention of the patient, and, 
therefore, it can well be that a patient like the one in 
the case I have just described may be ataxic for a long 
time, until an accident or some other existing cause has 
occasioned the outbreak of sensory symptoms. This last 
fact - the outbreak or increase of symptoms in a pre¬ 
tabetic individual after an accident—is one of consider¬ 
able importance, and has a decided bearing upon this 
question. There is strong evidence for believing that a 
trauma may increase or hasten the development of the 
symptoms in a latent case of tabes of the kind above re¬ 
ferred to. I use the term latent in the sense of a pre-ex¬ 
isting tabes, in which the symptoms are confined to 
loss of knee-jerks, Romberg’s symptoms and similar 
physical signs not noticeable by the subject himself. 

Cases have not unfrequently been observed where 
either pre-existing symptoms have become worse, or 
there has been a development of new symptoms follow¬ 
ing an accident. 

The complication, also, of such a case, with a trau- 

■ This case was left to arbitration by three physicians, who awarded 
$8,000 damages. 
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matic psychosis, seems to favor the exaggeration of 
tabetic symptoms, along with those peculiar to the psy¬ 
chosis. Sometimes the symptoms become so mixed up, 
it is difficult to separate those due to the two groups, and 
correctly ascribe to the existing tabes its own peculiar 
symptoms. The same is true of other organic diseases 
of the cord. It is known that the symptoms of a spinal 
tumor or a syringomyelia may similarly develop after an 
injury, although such diseases must have existed long 
previously. 

A good example of this influence of trauma has been 
recorded by Bernhardt. It was that of a railway engi¬ 
neer who,one month after a slight accident in which the 
etiological factor was principally a psychical shock, de¬ 
veloped symptoms of both tabes and a traumatic neu¬ 
rosis. Careful investigation showed that the man un¬ 
doubtedly was tabetic for a long time previous to the 
accident. There was no history of syphilis or other 
ostensible cause in the case. 

The second case of my own illustrates the fallacy 
likely to arise when symptoms of tabes develop after an 
accident. 

It was that of a man who, in March, 1889, fell back¬ 
wards from the last step of a railroad car, in conse¬ 
quence of the train starting unexpectedly. He fell upon 
the small of his back. The physician who saw him im¬ 
mediately after the accident testified to having observed 
a black and blue spot over the sacrum. The patient was 
confined to his room for three or four days owing to the 
pain in his back which ensued. From this time he be¬ 
gan to grow weak ; he complained of a burning feeling 
in his back. He was unable to attend to any work. He 
went to England, but returned without improvement; 
his legs became weak. An examination by his attending 
physician about six or seven months after the accident 
showed that the knee-jerks were absent. 

At the request of Dr. P. C. Knapp I examined him for 
the first time, about one year after the accident, and found 
symptoms typical of locomotor ataxia. This was com¬ 
plicated, in my opinion, by other symptoms, which I 
considered to be those of a traumatic psychosis. It is 
not necessary to speak further of these details here. 
Although several experts, including Dr. Knapp and 
myself, made what we believed to be a careful inquiry into 
his previous history,, we were unable to elicit from him 
any account of symptoms (such as pains) indicative of a 
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tabes existing previous to the accident. The patient 
seemed to be honest and was apparently perfectly frank. 
•He admitted having had gonorrhoea, but denied syphilis. 
I was asked by the counsel in the case to give an opinion 
that the posterior sclerosis in this case was caused by the 
accident. This I refused to do, but said that I was will¬ 
ing to testify that most medical authorities gave trauma 
as one of the causes of locomotor ataxia, and on this 
authority it might be assumed that the disease might 
have been caused in this way, but I would not testify 
that it was. 

The case went to trial, and I was summoned on this 
understanding. While the trial was in progress I ob¬ 
tained another examination of the plaintiff in the court¬ 
room in the presence of the other experts for the plaintiff. 
On again questioning the plaintiff, he frankly admitted, 
without reserve, that he had suffered from shooting pains 
in his legs, of a typically tabetic character, for some six 
years previously, and he stated that he had not admitted 
them before because he had misunderstood the ques¬ 
tions, and had supposed that these pains were due to 
rheumatism, and had nothing to do with the case. The 
other experts who were present were then satisfied, as I 
was, that the patient had been pre-ataxic before the in¬ 
jury. The counsel in the case was then sent for, and 
was told that we were satisfied that his client had had 
his present disease before the accident, and that the ac¬ 
cident was not the cause of the disease of the cord. 3 


" Tlie subsequent history is instructive. A few days later, after I had 
retired from the case, the counsel called upon me and asked whether I 
would testify that the disease from which the patient suffered might 
have been aggravated by the accident. To this I agreed, provided that 
no claim was made by him that the accident was the primary cause. To 
this he assented, and I gave my opinion in court that this patient had 
suffered from locomotor ataxia before the accident, but that on the evi¬ 
dence submitted the disease was probably aggravated by the injury. I 
afterwards learned that after I had left the court-room the counsel took 
advantage of the fact and put in the claim, in spite of all the evidence, 
that the disease was caused by the injury. A large award was given by 
the jury. This case illustrates how difficult sometimes it is to obtain a 
correct history of all the conditions preceding the outbreak of a disease. 
A patient may mean to tell the truth, but he forgets much, misunder¬ 
stands the meaning of questions, and often does not remember the exis¬ 
tence of early symptoms until his attention has been directly called to 
them. Medical men too often accept the mere statement of a patient 
regarding his history which frequently extends over several years, and 
yet in court it is difficult, even with a whole host of witnesses, to prove 
what were the actual facts in the physical condition of a person at any 
given time irrespective of any question of opinion. 
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Reasoning of the above kind would have less weight 
if it had been once demonstrated incontestably that a 
trauma which has not caused a gross lesion of the cord, 
such as a myelitis or hmmorrhage, has induced a sclero¬ 
sis of the posterior columns in a single case, and still 
more, if it had been proved to be a frequent cause of 
this disease. 

If trauma is, in general, an unquestioned cause, then 
it might be said that symptoms of posterior sclerosis 
having developed after an accident without other appar¬ 
ent cause, the probabilities were in favor of the trauma 
being the etiological factor in that particular case. But 
such reasoning cannot be applied until trauma has been 
proved to be an adequate cause in other cases. 

It is necessary, then, to critically examine the evi¬ 
dence upon which the traumatic theory rests ; but first 
one word regarding the kind of evidence which is essen¬ 
tial to logically establish an etiological relation to a dis¬ 
ease like tabes. It cannot be questioned that the condi- 
ditions cannot be made too rigid. While it is true that 
if the etiological relation in general has been once es¬ 
tablished, it tnay be applied in individual cases on the 
doctrine of probabilities, such reasoning cannot be ad¬ 
mitted to prove causative relations in general ; or, in 
other words, the proof of a general law requires more 
extensive evidence than that o'f the applicability of a 
general law to a special case. 

Therefore, in view of the fact that tabes can exist a 
long time unknown to the siibjeet of it, and in view of 
the fact that symptoms of such a previously existing 
tabes may be awakened when not present by a trauma, it 
must be insisted upon, in examining the evidence afforded 
by alleged individual cases, that— 

First.—The subject must have been proved free from 
tabes, either immediately before or immediately after 
an accident. 

Second.—The subject must be shown not to have 
been exposed to other known causes, e. syphilis. 

Third.—The trauma must have been of a nature to 
produce a physical or psychical impression of an appre¬ 
ciable degree, and not such a one as people are frequently 
exposed to without suffering afterwards from tabes, t'.g., 
the extraction of a tooth or a mild bruise. 

Fourth.—The symptoms must have made their ap¬ 
pearance within a reasonable time after the accident; 
let us say one year. 
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Fifth.—The diagnosis must have been established be¬ 
yond a reasonable doubt. 

From this standpoint I propose to critically examine 
the evidence. As such an examination must necessarily 
be a digest of the cases thus far reported, and would 
prove wearisome to the general reader, I have thought 
best to insert this digest as an appendix to this article, 
and here merely give a summary of a ' careful examina¬ 
tion of the cases. The quality of the evidence can only 
be properly appreciated by a study of cases themselves 
in the appendix. 


Taiilf I. 


CASKS INADMISSIBLE ON ACCOUNT OF TRIVIALITY OF INJURY, PRH-KXISTHNCK OF SYPH¬ 
ILIS, LONG INTICK VAL PICT WHEN INJURY AND ONSET OF SYMPTOMS, 

DOUHTFUL DIAGNOSIS, ETC. 



Reporter. 

Date 
of re¬ 
port. 

History 
of syphi¬ 
lis. 

Interval. 

Remarks. 

I 

Schulze (case 2) 

1867 

not stated 

Shortly after 
injury. 

While pushing- boat from shore 
with a pole, fell against side of 
boat. Indefinite symptoms for 
two years before accident. 

2 

“ (case 3) 

1867 


2 years. 

Fracture of leg. 

3 

,S 'anitats Be- 
richt (case 5) /. 
der Deutsch. 
Heer., 1870-71. 

1885 


3 months. 

Wound in head by spent ball. 
Said to have suffered from severe 
disease of cord before enlistment. 

4 

do. lxxxii. . 

is8 5 

1 ‘ 

2 months. 

Tabetic pains in legs before the 
injury. 

Excision of corn from toe, fol¬ 
lowed by ulceration. 

5 

Leclorche & 

Talamon (S. & 

P.). 

Sadler (S. & P.) 

1881 

Yes. 

9-10 mouths. 

6 


None. 

12 years. 

Wound near kuee, preventing 
work for 15 days. 

7 

Lecoq (Petit) 

1861 

not stated 

2 years. 

Fracture of thigh. 

8 

Vulpian 

1879 


15 years. 

Amputation of leg. 

9 

Charcot 

1879 


some months. 

Fall from horse. No details. 

10 

Ball 

1868 


a little while. 

Resection of first phalanx of 
great toe for a corn. 

11 

Popenard “ 

1864 


some months. 

Contusion of knee from falling 
down stairs. 

12 

Popenard “ 

1864 

“ 

10 years (Klein- 
per). 

Fall or strain of back. 

*3 

Edwards “ 


“ 

7 years. 

Operation on a tooth. 

H 

Edwards “ 



2 years. 

Operation for cataract. 

15 

Hirt. 

1S93 

Yes. 


Slid down a glacier. 

16 

Klemperer . . 

1890 

None. 

13 years. 

Fall from horse, causing iniury 
to foot. 

17 

Klemperer . . 

1890 

“ 

16 years (?). 

Gunshot wound of leg. 

18 

Prince. 

1894 


3 years. 

Gnushot wound of arm. 

19 

Gee. 

1886 


1 month. 

Crushed under heavy iron plate. 

20 

Straus. 

1886 


4 years. 

Fracture of tibia. 

21 

Straus. 

1886 


3 years. 

Fracture of elbow. 

22 

Straus ..... 

1886 

Multiple 

soft 

chancres. 

3 months (?). 

Fracture of patella. Said to 
have had weakness of legs before 
injury. 
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Table II. 


CASES WHICH CAN 


NOT BE EXCLUDED, BUT WHICH, FROM VARIOUS CIRCUMSTANCES, 


ARE QUESTIONABLE AS EVIDENCE. 


2 

3 


5 

6 


Reporter. 


Schulze (case i) 


I Schulze (case 4)] 

i Spillman and 

Iparisot.| 

jLeclorche &' 
iTalamon (S. &i 

. ! 

jBernheim .. . j 

, Prince.| 


Date j History 
of re-jof syphi- Interval, 
port. Ilis. 


1867 


1867 

1888 

1881 


not stated Since acci- 
(g o n o r- 1 dent (?) 
rhcea). 

not stated Dess than 
year (?) 
Denied. 4-5 months. 

“ 2 months. 


1888 


1894 “ 2-3 months. 



Remarks. 


Fracture of thigh. Examined 3 
years after accident. 

a Slight injury. Also exposure to 
wet, cold and fatigue. 

I Slight injury to foot. 

j Slight injury ; fell upon edge of 
■carriage, striking over hepatic 
region. 

Fracture of neck of femur. Im- 
[perfectly reported. 

| Fall from step of street-carl 
slight shock and sprained wrist 
Slight injury. 


Table III. 

CASKS APPARENTLY CAUSED BY TRAUMATISM. 



Reporter. 

Date 
of re¬ 
port. 

Syphilis. 

Interval. 

Remarks. 

I 

Clarke .... 

1S66 

not stated 

Immediately(?) 

Clarke did not see the patient. 
No record ot physical examina¬ 
tion at any time. R.R. accident. 
Meningo-myelitis. 

2 

Clarke .... 

1867 


1 mouth. 

Fell while entering railroad car¬ 
riage in motion. Struck back 
heavily ; unconscious ; bruised. 
Organic injury (?) 

3 

ScinUats(case 1) 
Her. dr>' JDeul. 
lJeer.. 1870-71 . 

1885 


2 months. 

i Kick in left hip, causing contu¬ 
sion. 

4 

do. (case 2) . 

1885 


11 months. 

Gunshot wound in left knee, in¬ 
juring peroneal nerve. 

5 

do. (case 3) . 

1885 


3 months. 

| Gunshot wound of left elbow. 
Suffered from cold, wet and exer¬ 
tion. 

6 

do. (case 4) . 

188s 

“ 

3 months. 

Gunshot wound of upper arm. 

7 

do. (case 6) . 

1SS5 


1 day. 

i Bruise of tibia. (Cold, wet, and 
.over-exertion.) 

8 

do., case lxxviii 

18S5 

Not 

known. 

r year (?) 

Severe wound of head by piece 
,of shell. 

9 

do., case lxxx. 

1S85 

Denied. 

10-11 months. 

J Gunshot fracture of leg. 

10 

Horn (Petit) 

l 844 

not stated Some months 

Fall from horse. 

11 

Klemperer . . 

I89O 

Denied. 

Short time, less 
than 1 year. 

Blow, not serious, on lower leg. 

12 

Klemperer . . 

IS9O 


6 months. 

Bad fall from horse. 

1 


On analyzing the cases critically it will be found that 
they may be separated into three groups. In the first— 
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the largest group (Table I.), may be placed those cases 
which, from various circumstances connected with their 
history, such as the triviality of the traumatism, the 
known existence of syphilis, the long interval interpos¬ 
ing between the injury and the outbreak of the spinal 
symptoms, etc., we may feel morally certain arose from 
some other cause than traumatism. These are twenty- 
two in number. 

In a second group (Table II.) may be placed those 
cases which, while traumatism can not be excluded as the 
cause, still can not with safety be admitted as credible 
evidences of a traumatic etiology. These cases are six 
in number. They will be found in the appendix de¬ 
scribed with sufficient detail. I will merely add here, by 
way of summary, that in four of the six the injuries 
were of a slight character ; in one the interval (from the 
report) was indefinite, possibly three years ; and in the 
sixth, the result of the physical examination as given in 
the report is not sufficient to justify the diagnosis. In 
none did a physical examination, either immediately 
before or after the injury, show the subject was not 
tabetic. 

In the third group (Table III.) may be classed those 
cases which, from the nature of the injuries and other 
circumstances, might not unreasonably be regarded as 
the result of traumatism. They are twelve only in num¬ 
ber. A critical examination of them reveals several 
flaws in their histories. In not one, as in the cases of 
the other groups, did a physical examination at the time 
of the accident demonstrate that the patients were free 
from spinal disease at that time; in all but three no 
statement is made, or it was not known (one case) as to 
whether the subjects had been infected with syphilis or 
not. 

In five of the group the in jury was a gunshot or sim¬ 
ilar wound. In the cases in which no history of syphilis 
could be obtained (3), it is possible that the subjects were 
previously tabetic, and the outbreak only of the symp¬ 
toms was hastened by the traumatism, or the outbreak 
at this time may have been only accidental. At most, 
then, of all the published alleged cases, we have only 
three or four to which no specific objection can be 
raised." 

In looking over the evidence afforded by these cases 

4 The hundreds of published cases in which no such etiology is 
present must not he forgotten. 
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as a whole, the following facts are noticeable: first, in 
not a single one of the cases collected was it proved that 
the subject was free from disease in the cord immedi¬ 
ately before or immediately after the traumatism, and, 
therefore, it is not possible to absolutely exclude a pre¬ 
existing tabes in any single case. In many of them, the 
interval which elapsed between the date of the accident 
and the outbreak of the tabetic symptoms was so long, 
sometimes many years, that a causal connection cannot 
be traced with any reliability. 

In a number (about one-third) of the cases, the injuries 
were of the most trifling description, so that it seems al¬ 
most an imposition upon our credulity to ask us to 
assume that they could have had a sufficient effect upon 
the nervous system to produce a sclerosis of the posterior 
cords. 

If we are justified in rejecting such trivial injuries as 
a cause, it would seem that these cases’'are instructive as 
illustrating the fallacy of assuming the dependency of a 
disease of the cord upon a previous traumatism, simply 
because the symptoms developed soon after the reception 
of the injury. In the cases where the traumatism was 
of a more serious nature, the connection between the 
spinal symptoms and the traumatism was no closer than 
that in the subjects of the trivial accidents; and it would 
seem by the same process of reasoning that we would be 
justified in assuming an etiological relation in one class 
of cases as in the other, and yet common sense would 
seem to teach that the extraction of a tooth, the wound 
of a finger, or a sprained ankle, are not sufficient cause 
for so profound a disease of the nervous symptom, not¬ 
withstanding the outbreak of symptoms soon after the 
reception of such injuries. 

It is also instructive to dwell upon the outbreak of 
tabetic symptoms after an injury in subjects who at first 
were supposed at such time to be free from tabes and yet 
in whom a more thorough examination has revealed the 
existence of a previous disease of the cord. Such cases 
show the fallacy of too quickly assuming an etiological 
relation between a traumatism and after-developing 
symptoms of spinal disease. 

In a majority of the cases (23) the reports are silent 
regarding the presence of syphilis. In some, this fact 
was confessedly not known, and in a minority onty 

5 In the German army reports a number of cases are rejected by 
the author for this reason. 
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was it at best denied. Also, it so happens that of the 
cases, twelve in number (Table III.), in which in other 
l-espects the evidence in favor of a traumatic etiology 
is the strongest, and to which least objection can be raised, 
in only three was syphilitic infection specifically denied. 
The fact that in some of the cases the traumatism was a 
gunshot wound is a matter of some significance when 
one remembers the enormous number of such injuries 
that occur in the course of a great war, and yet the 
small number of cases of locomotor ataxia that is known 
to occur after them. 

Besides the evidence to be derived from analysis of 
the cases, there is another sort of evidence which is of 
considerable weight. In all tables given by different 
writers to show the etiology of this disease it is re¬ 
markable how small a number are ascribed to trauma¬ 
tism, and this notwithstanding the fact that the as¬ 
sumption of a connection is generally made upon the 
mere sequence in time. 

Erb, in his collection of 281 cases, reports trauma as 
the sole cause in only one case. Nevertheless Erb 
thinks that trauma plays a role in the etiology in about 
five per cent, of the cases, as he has seen an outbreak of 
the first symptoms after an accident in several instances, 
but this role seems to be only that of hastening the out¬ 
break of the symptoms. According to Erb’s f ' well-known 
views, not accepted by all authorities, syphilis is the true 
cause in about ninety per cent, of all cases. 

In the single case which Erb thinks was due to trauma 
alone, he fails to give any details. Other writers give 
trauma as a rather more frequent cause, but yet, even 
taking the highest figures, it confessedly plays an in¬ 
significant part. 

As to the importance to be attached to the statement 
of a patient regarding the presence or absence of 
syphilis, it may be mentioned that Fournier states that 
he failed toobtain a history of preceding syphilic infection 
in forty-four per cent, of cases of gummatous ulceration 
of the throat. Without committing oneself to figures, I 
think all will agree upon the great frequency with which 
it is impossible to obtain a definite history of syphilitic 
infection in cases of other nervous diseases which are 
undoubtedly of a specific origin. 

Therefore, it would seem that too great weight should 


I)ie Aetiologie Der Tubes. 
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not be laid upon the mere inability to obtain a specific 
history in cases which apparently are caused by trauma¬ 
tism. 

I have passed over such objections as might be raised 
on the ground of mere coincidence of events or faulty 
diagnosis, notwithstanding that in such matters these 
possibilities are entitled to some weight. 

Taking all the facts above collated into considera¬ 
tion, it would seem that the current view that locomoter 
ataxia may be caused by traumatism per se, irrespective 
of a direct lesion of the cord, is not sustained by the 
published evidence thus far adduced. If such a relation 
exists further evidence is required before it can be ac¬ 
cepted. 

It would seem to be more probable, aside from mere 
coincidence, that when a sclerosis of the posterior col¬ 
umns develops after a traumatism, the subject was al¬ 
ready doomed to this condition, the process having al¬ 
ready begun, and that the traumatism at most acceler¬ 
ated the development of the symptoms, and possibly of 
the anatomical process. 


Appendix. 


A CRITICAL DIGEST OF REPORTED CASES OF LOCOMOTOR 
ATAXIA 7 ALLEGED TO HAVE BEEN CAUSED BY TRAU¬ 
MATISM. 


Most of the more recent and standard text-books on 
nervous diseases assert trauma to be a cause of posterior 
sclerosis. 

Gray accepts this aetiology, and states that he has 
seen one case that was unquestionably due to an injury, 
but he gives no details. Spitzka and Gowers likewise 
assert that the disease may be caused by traumatism. 
The former states that one case out of eighty-one could 
be distinctly traced to this cause, and the latter that he 
has known the symptoms to develop a few months after 
a fall from a horse, but each of these authorities like¬ 
wise fails to give details that would allow us to deter- 


’ It is possible that in the examination of the literature some cases 
may have been overlooked, but it is believed that the most important 
as well as the great majority of cases have been included here. 
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mine the value of his evidence. Dana, with laconic 
positiveness, simply notes trauma as a cause. Hirt speaks 
decidedly in favor of traumatism, and in evidence cites 
a case, that of a man zvho was the subject of syphilis , but 
who fell and slipped some distance on a glacier with 
great rapidity, but no bones were broken and no dislo¬ 
cation occurred. The first tabetic symptoms made their 
appearance “ a few months later.” It does not appear 
that in this case any examination for tabes was made 
before or immediately after the accident, and the pre¬ 
existence of syphilis is significant. 

Turning now to more valuable evidence, that con¬ 
tained in monographs, we find considerable material at 
our disposal. Passing over for the moment the very 
earliest cases, Leyden, in 1863, observed a case which he 
attributed to cold, but since then it has been quoted by 
later writers as an instance of tabes following trauma. 
It was that of a man without history of syphilis. He 
had suffered from constant sweating of the feet. Before 
Christmas, in 1859, a bar of iron fell on his foot, injur¬ 
ing three toes. He plunged his foot into cold water and 
applied ice to the toes. There was a suppression of 
sweat in this foot, and one month later in the other also. 
From this time, that is, one month after the accident, 
lancinating pains developed, and, later, ataxia followed. 

In 1866, J. Lockhart Clarke examined the cord of a 
man who died three and one-half years after a railroad 
accident, but he (Clarke) had never seen the case during 
life. The posterior columns were sclerosed, but the 
author thought that in some respects the anatomical 
changes differed from those of tabes. There was chronic 
inflammation of the meninges, and pathological changes 
in the brain were also found. The history which was 
furnished to him by the attending physician was very 
incomplete and brief. It was stated that, following the 
accident, there were no wounds or fractures nor material 
contusions, but the patient, having been previously an 
active, intelligent man, conducting with success a large 
business, began at once to suffer vaguely with pains 
down the back and in the head, though not of a very 
acute kind. He gradually, though very slowly, failed. 
Symptoms, apparently of locomotor ataxia, developed, 
but no account of any physical examination whatever 
was given. The general account of his condition follow¬ 
ing the accident is vague and suggestive that some coarse 
injury of cord or membranes was sustained—a meningo 
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myelitis. No statement is given regarding the exist¬ 
ence of syphilis. In neither this nor in the preceding 
case of Leyden’s was there any record of an examina¬ 
tion (which was presumably not made) that showed that 
the subjects were free from disease of the cord previous 
to or immediately following the accident, and in Ley¬ 
den’s case the accident was trivial. Although these cases 
have been more than once quoted in support of the 
traumatic theory, sound reasoning requires that they 
should be excluded. 

In 1867, Schulze, in a monograph on the etiology of 
tabes, reported four eases. One of these had had gon- 
orrhcea, but no mention is made of the existence of 
syphilis in any of the cases. (Of course, in the earlier 
cases less prominence was given to syphilis as a cause 
than would be done to-day). It is worthy of note that 
one of Schulze’s cases suffered from indefinite symptoms 
previous to the accident, and in none of them did an ex¬ 
amination immediately before or after the accident show 
that the posterior columns were healthy. 

The first case (fracture of the thigh) was seen for the 
first time three years after the accident. The first tabetic 
symptoms were darting pains, from which the patient 
was said to have suffered since the accident. 

In the second case, there was pain in the loins 
shortly after the accident, later extending down into the 
legs and soles of the feet. In this case, the above men¬ 
tioned indefinite symptoms were noted for two years 
previous to the accident. While pushing a boat from 
the shore with a pole, the patient had fallen, striking his 
abdomen on the side of the boat. The immediate symp¬ 
toms were not severe. 

The third case was a fracture of the thigh. The frac¬ 
ture healed in eight weeks, but the leg remained (as was 
natural) weaker than the other, and the patient felt to 
and fro pains occasionally. No other symptoms of tabes 
for two years. 

The fourth case was that of a man who was thrown 
against the trunk of a tree, bruising his left hip and lum¬ 
bar region. He was able to continue working without 
interruption. Several days after the acciuenr the patient 
was exposed to wet and cold and the fatigue of march¬ 
ing. He then felt dull pains in the lumbar region, fol¬ 
lowed by pain and weakness of legs coming on gradu¬ 
ally. The date of appearance of these pains in the legs 
is not given, but surely pain in the small of the back, 
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after a bruise in the same locality, cannot be considered 
as characteristic of tabes. At what time the tabetic pains 
developed in this case is uncertain, though it was pre¬ 
sumably in the course of the following year. It might 
fairly be asked whether exposure to wet and cold and 
the fatigue of marching might not be as potent a cause 
as an accident so slight as not to force the subject to dis¬ 
continue his work? 

It would appear, then, that Schulze’s four cases fall 
far short of meeting the requirements of sound criticism. 
Syphilis cannot be excluded in any of the cases. One of 
them was known to have had venereal disease, though 
not syphilis. None of them were known to be free from 
tabes at the time of the accident; one had suffered from 
indefinite symptoms for two years previous to the acci¬ 
dent ; the injury in two cases was trivial; the date of 
the first tabetic symptoms is uncertain in two cases (al¬ 
though in one of these probably two years elapsed before 
they appeared). 

In 1876 J. Lockhart Clarke reported another case 
which has all the appearance on a superficial examina¬ 
tion of having been the result of an injury. A man, 
while getting into a railway carriage which was in mo¬ 
tion, was thrown heavily on his loins across the edge of 
the floor of the car. He was instantly dragged in by his 
companions. He was unconscious for a few minutes. 
He was much bruised, and laid up for a month. At the 
end of this period he complained of numbness in his 
arms and legs and some weakness. Later, tabetic symp¬ 
toms followed. It is assumed in the report that the 
above mentioned sensory symytoms were those of tabes, 
but it is quite likely, considering the nature of the acci¬ 
dent, that they were due to come other condition. No 
report of any examination is given that would show that 
no gross lesion was sustained, or that immediately after 
the accident the patient was non-tabetic ; and no state¬ 
ment regarding the presence or absence of syphilis is 
made, so that on analysis this case fails to have the 
weight that it appeared to have upon a hasty considera¬ 
tion. 

Petit, in 1879, published an elaborate monograph on 
the subject of the relation between traumatism and 
tabes. This monograph has been frequently quoted and 
seems to have had considerable influence upon other 
writers. The author collected from the literature a 
dozen cases of locomotor ataxia occurring in persons 
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who, while presumably healthy, had previously suffered 
from an injury of some sort. The injuries were of all 
kinds, from the extraction of a tooth and an operation for 
a cataract up to serious accidents, like a fall from a horse. 
The author does not hesitate to include two cases of 
Edwards, in one of which symptoms of locomotor ataxia 
developed seven years after an operation on a tooth, and 
in the other, two years after an operation for cataract. 
Among the cases are included the two of Clarke’s which 
I have already cited. The rest of Petit’s collection is 
made up as followsThere is a case of Lecoq’s, in which 
the inco ordination developed as late as two years after a 
fracture of the thigh, and another of Vulpian, in which 
the ataxia developed fifteen years after the amputation 
of a leg. These are surely too long intervals to make it 
safe to infer the relation of cause and effect. 

There is also a case communicated orally to Petit by 
Charcot, namely, that of a young officer who fell on his 
back from a horse. Ataxia developed some months 
afterwards. Charcot thought that the disease was due to 
the fall, but no details regarding dates, previous condi¬ 
tion of the patient, etc., are given. Another case cited 
by Petit was one which was reported by Horn as far back 
as 1844, when locomotor ataxia was scarcely recognized. 
A man fell from a horse, and was unconscious many 
hours; no symptoms ensued at the time, but “ the winter 
following ” he suffered from attacks of pains and cramps 
in the legs. Other symptoms of tabes followed. 

No mention is made of syphilis by Petit,' and no ex¬ 
amination of the nervous system at the time of the acci¬ 
dent is recorded to show the cord was healthy at the 
time. 

This writer also does not hesitate to include a case 
(by Ball) in which lancinating pains occurred, a little 
while after the resection of the first phalanx of the great 
toe for a corn. Finally, Petit’s collection is completed by 
two cases reported by Popenard as early as 1864. 

The first of these was that of a man who fell down 
stairs, with the result of having a contusion of theknee(P). 
He felt some lumbar pains, to which he paid no attention. 
Some months later he was ataxic. Whether or not he 
had locomotor ataxia is uncertain from the meagre de¬ 
tails given and the absence of such evidence as would be 
afforded by an expert examination at the present day. 
Syphilis is not mentioned. 


* I have not been able to obtain the original report by Horn. 
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The clinical details of the second of Popenard’s two 
cases, as given by Petit, are also so sparse that it is not 
possible either to form an opinion as to whether the 
subject really had a posterior sclerosis ; or, if so, whether 
the disease was ascribed to a fall in 1849 or to a strain of 
the back from lifting' in 1852. The latter event was 
twelve years before the case was reported (observed ?). 
No mention is made of syphilis by Petit. 

Notwithstanding this mongrel assortment of cases 
with which Petit’s article is illustrated, the author ex¬ 
hibits commendable caution in the conclusions which he 
draws from them, and limits himself to affirming that 
traumatism has an unfavorable influence upon the dis¬ 
ease,” and hastens the outbreak. 

It will be noticed that this more conservative view is 
very different from that which holds that a posterior 
sclerosis is originated by a traumatism. As Petit’s article 
has been frequently quoted, it is important that the char¬ 
acter of the evidence contained in it should be recog¬ 
nized. 

Straus, in 1886, reported three cases which, in the 
author’s view, were caused by traumatism. An exami¬ 
nation of them fails to justify our accepting them as evi¬ 
dence, as has been done by Spillman and Parisot and 
Klemperer. In the first case the first possible tabetic 
symptom was slight pain at the site of an old fracture of 
the tibia, which had occurred four years previously. The 
fracture was caused by a stone falling on the leg. 

In the second case, the first tabetic symptoms were 
hyperaestliesia of the fingers of the left hand, and cramps 
and pains in the legs. These developed three years after 
an accident. This was a fall upon the right arm, causing 
a contusion of the elbow. 

In the third case, the subject had previously had mul¬ 
tiple soft chancres twenty-six years previously, and had 
complained of weakness of the limbs for some time be¬ 
fore the accident. He, the subject, then slipped upon 
the pavement and fractured the left patella. Three months 
later, pains came on in the left leg. This case is surely 
too suspicious to be cited in evidence, and the length of 
time that elapsed in the first two should rule them out. 

The St. Bartholomew’s Hospital reports for 1886 con¬ 
tain the report of a case by Gee. The accident was a 

9 The second part of Petit’s article deals with the effect of trauma¬ 
tism on pre-existing tabes, a subject which is not strictly within the 
limits of this article. 
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severe one, so much so that it is probable that some gross 
lesion of the cord or membranes, such as a haemorrhage, 
occurred at the time. This supposition is emphasized 
by certain peculiarities in the tabetic symptoms, to which 
the report calls attention, as well as the circumstances of 
the injury. ’The sensory and ataxic symptoms began in 
the arms at the same time as in the legs, and the cranial 
nerves were not affected. The subject had been crushed 
under a heavy iron plate weighing 13 cwt. “He was 
doubled up under it, chin on to chest and belly on to 
legs. He was got out unconscious and with blood flow¬ 
ing from mouth and nose.” No notes of any examina¬ 
tion of nervous system while in the hospital is given to 
show whether or not a gross injury was sustained, nor 
any statement of the condition of the cord at the time of 
his discharge from the hospital, excepting that he was 
“well enough" to be discharged, which may mean any¬ 
thing. Neurologists will understand how easy it is to 
overlook grave spinal disease. One month after the acci¬ 
dent tabetic pains came on. There was no history of 
syphilis. 

Spillman and Parisot, in 1888, published an interesting- 
paper in which they attempted to show an etiological 
relation between tabes and injuries that produce an imi¬ 
tation of the peripheral nerves. According to these 
authors it is not trauma per sc which induces the second¬ 
ary degenerations in the cord, but the latter are indi¬ 
rectly the result of the peripheral irritations of the 
nerves. After referring to the literature of the subject, 
the authors cite one original case and several others 
communicated to them or reported by other writers. 

Their personal observation was that of a man in 
whom tabetic pains developed four or five months after 
a moderate injury to the foot, due to the patient's catch¬ 
ing his foot in the crevice of a turn table. The injury 
was slight, the skin was uninjured, although the heel 
was bruised and there were some eechymosis on each 
side. There was no history of syphilis. 

The second case was one communicated by Sadler. 
In this case, also, there was no history of syphilis. The 
injury consisted of a wound in the region of the left 
knee which prevented the subject from working fifteen 
days. Twelve years later tabetic pains developed. 

The authors also quote two cases reported by Le- 
elorehe and Talamon. A pedicure in cutting a corn on 
the plantar surface of the great toe made a little wound, 
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which was supposed to have been poisoned, as it suppur¬ 
ated for two months. The wound was painful and 
caused pain through the whole foot. The patient put 
her foot in cold water to relieve the pain for some hours 
at a time. Shooting pains in the cicatrix persisted and 
pervaded the whole leg. Nine or ten months later severe 
pains developed in right leg, and three years later inco¬ 
ordination. One can hardly accept an irritation of this 
nature as a sufficient cause of tabes, considering the fre¬ 
quency with which similar ulcerations occur without 
such disastrous consequences, and it would seem more 
probable that the ulcer of the toe was due to the trophic 
disturbances of a pre-existent tabes, and was of a na¬ 
ture similar to that of the perforating ulcer. This view 
is strengthened by the fact that the patient was syphil¬ 
itic, a fact with which the authors failed to be im¬ 
pressed. 

The second case reported by Leclorche and Tala- 
mon was that of a man without a history of syphilis. 
In 1867 he fell upon the edge of a carriage, the edge 
coming in contact with his body in the hepatic region. 
He suffered from violent pain in consequence, without 
loss of consciousness. There was no fracture. He re¬ 
turned to his work in five or six days. Two months 
later he had cramps in his stomach with incessant vom¬ 
iting. This is supposed to be the first tabetic symptom. 
In the following year lancinating pains developed and 
crises of vomiting. A year later still ataxia developed. 

No specific objection can be made to this case except¬ 
ing, as in the personal observation of Spillman and Par- 
isot, the character of the injury was relatively trivial, 
and in neither case was there evidence that the subjects 
were free from locomotor ataxia at the time of the in¬ 
juries. Spillman and Parisot also quote two cases from 
Remak, the details of which are too meagre to allow 
them to be utilized. The authors, while denying that 
trauma per se is a sufficient cause, admit that a peripheral 
irritation alone cannot originate a tabes, but that another 
factor is necessary, and this factor is nervous heredity. 
Neither is sufficient in itself, and each requires the 
other. This would seem to be a comfortable theory, and 
embraces at least two assumptions, each of which re¬ 
quires proof. Undeterred by the long interval of time 
that has elapsed in some of the reported cases, they 
make use of this fact to assert that the real origin (some 
peripheral irritation) can thus escape observation, and 
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seem to imply that such an irritation is a more common 
cause than is usually supposed. 

A case communicated by Bernheim to Spillman and 
Parisot is as follows : 

A patient on March 25, 1887, had a fracture of the 
neck of the femur. On December 1, 1887, that is, about 
nine months after the accident, lancinating pains devel¬ 
oped in both legs. No history of syphilis. It is unfor¬ 
tunate that the details are meagre, and there is no record 
of an examination of the nervous system made either 
just before or after the accident. 

In the report of the German army for 1870-71,'" six 
cases of locomotor ataxia are mentioned which were 
thought by the author of the report to be directly due 
to traumatism. Besides these, there, is a table of 100 
cases, in twelve of which traumatism was more or less 
prominent in the history. The author himself does not 
attribute very great weight to the injury as an etiologi¬ 
cal factor in these last twelve cases, but thinks that 
other causes, such as exposure to cold and wet and over¬ 
exertion, were more prominent in most of them. 

Klemperer, in his monograph, to be presently re¬ 
ferred to, accepts two of these twelve cases, viz., cases 
80 and 82, as due to traumatic causes. It seems to me 
that with equal justice a third case, viz., No. 78, should 
be accepted as of similar value. This connection be¬ 
tween the traumatism and the spinal disease in the re¬ 
maining nine is not sufficiently close to make them of 
value as evidence, therefore I think the author and 
Klemperer reject them with justice. 

We have, then, nine cases all told, which might be 
thought to have a traumatic origin. This is the most 
valuable group of cases that has been thus far reported, 
and deserves careful consideration. Of the nine cases 
composing it, four were the victims of gunshot wounds 
of the limbs ; one had had a gunshot wound of the side ; 
one was wounded in the head by a spent ball; one was 
similarly wounded by a piece of shell; one had a contu¬ 
sion of the left hip by a kick, and one a bruise of the 
tibia. 

In five of these cases (Nos. 2, 3, 4, 5, lxxxii.) the first 
tabetic symptoms came on from two to eleven months 
after the injury. In the one in which the interval was 
two months (lxxxii.),the subject, according to one account, 
had had “ lightening-like ” pains before the injury, and, 


10 Published in 1885. 
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therefore, must be assumed to have had tabes previous 
thereto. This case is interesting as illustrating the de¬ 
velopment of pains after an injury in a previously tabetic 
subject, and brings into the light a possible factor in all 
such cases. In one (5) it was stated by a former phys¬ 
ician that the subject had suffered from a severe disease 
of the spinal cord before enlistment. In none of the five 
is it stated that the patient was free from syphilis, and in 
none of them had any physical examination been made 
at the time of the accident to show the condition of the 
cord. All had suffered from gunshot wounds, injuries 
which it is well known do not ordinarily produce any 
such effect upon the nervous system. It is particularly 
stated that two had been exposed to wet and cold and 
over-exertion on marches. The four other cases seem at 
first sight to be of more value as evidence of a traumatic 
origin. One was that of a man who had been kicked in 
the left hip and suffered from a contusion in consequence. 
About two weeks after this accident he suffered from 
pain in the back and in both legs of a boring character. 
Three months later unsteadiness of gait developed. 

The second of these four had a bruise of the right 
tibia. On the day after the injury slight pain in both 
legs and the left shoulder was noted. Six weeks later 
weakness of both legs. This man had been exposed to 
severe wettings, cold and over-exertion, upon which some 
stress is laid in the report. 

In the third case a note is made of pain and weak¬ 
ness in the left leg immediately after a gunshot frac¬ 
ture of the same leg, which would seem to be a not 
unnatural consequence and one which everyone knows 
is frequent after such injuries. The first real tabetic 
symptoms, gastric crises, came on ten or eleven months 
later (a rather long interval), but no other tabetic symp¬ 
toms came on for nine years. In this case alone is it 
stated that there was no history of syphilis. 

In the fourth case 1 ' the subject was wounded in the 
head by a piece of shell and knocked unconscious into a 
ditch. Cerebral symptoms developed immediately on 
recovery of consciousness, such as light hemiparesis, 
etc. After the healing of the wound, shooting pains 
developed in the legs, as well as a girdle pain and formi¬ 
cation, etc. A year or more later, gastric crises and other 
tabetic symptoms came on. 

Although the four cases of this second group seem 


1 Case No. 8 of Table III. 
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very suggestive, it should be remembered that it was 
known of only one of them that previous syphilitic infec 
tion had not occurred, and in the absence of any knowl¬ 
edge of the nervous condition immediately preceding 
the accident, the outbreak of the sensory symptoms, as¬ 
suming that the pains described were those of tabes, is 
equally compatible with the view of a pre-existing in¬ 
cipient tabes, accelerated and augmented by the trauma. 
In the last of the four (Xo. 78) the cerebral injury was 
so severe that it is not easy to distinguish clearly from 
the report the symptoms due to tabes from those due to 
the cerebral injury in the absence of a definite physical 
examination, which does not seem to have been made, 
and if we date the tabes from the gastric crises over a 
year elapsed before their appearance. 

In the third ease syphilis is denied, and the only 
specific evidence against the traumatic origin is the 
rather long interval of ten or eleven months and the na¬ 
ture of the wound (gunshot fracture). There was, how¬ 
ever, no physical examination made just before or after 
the injury to prove the subject was free from spinal 
disease. 

By way of summary, then, it may be said that a study 
of these important cases reveals the fact that in only 
one can syphilis be excluded. Two cannot be admitted 
as there is evidence of pre-existing tabes or spinal dis¬ 
ease. In none was a physical examination made at the 
time of the accident. Another possible cause, cold, wet 
and over-exertion, had existed in two cases. 

In 1890 Klemperer published a somewhat ambitious 
monograph on the subject of the traumatic origin of 
tabes. In this monograph the author collected in a 
table most of the eases found in the literature up to that 
date. All these have been mentioned above. Besides 
these cases, Klemperer recorded four new observations 
from Leyden's clinic. 

Case one was that of a man who received a blow on 
his right lower leg. For some reason there was loss of 
consciousness, but it does not appear from the report 
that the injury was a serious one, and the wound healed 
in a few weeks. lie returned to his work perfectly well, 
but “ after a short time ” it was noticed that the right 
leg was weaker than the left, pains were complained of 
in the cicatrix, which became worse and spread to the 
other leg. Nine months later the left leg was said to 
be weak, and one year and five months after the injury 
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tabes was diagnosed. There was no history of syphilis 
or other venereal disease excepting gonorrhoea. 

The second case was that of a man who had a bad 
fall from his horse, which fell with him, in 1871. There 
was loss of consciousness, and an examination showed a 
severe contusion of the right foot and ankle. There was 
no fracture, but rupture of the soft parts and necrosis of 
bone followed. The recovery was slow, but the first 
tabetic symptoms did not appear until 1884, thirteen 
years after the accident. Surely such a case should not 
be included as one having a traumatic origin. 

The third case was one of gunshot wound in the left 
lower leg in August, 1870. The bullet was not ex¬ 
tracted. Immediately after the wound there was 
painful cramp in the calf. Four or five months after the 
injury he was well. ' Paroxysmal pains developed then 
in the wounded leg, running through the site of the 
wound to the hip joint; the date at which these pains 
appeared is indefinite. The pains returned after long 
intervals, especially in 1886, in which year tabetic symp¬ 
toms, such as gastric troubles, developed. Syphilis was 
denied. Considering that the bullet was not extracted, 
it would seem that there was sufficient local cause to ac¬ 
count for these earl)’ symptoms in the leg, and inas¬ 
much, therefore, as the date of origin of the tabetic 
symptoms is uncertain, tabes itself not being diagnosed 
until 1888, eighteen years after the injury, there is 
hardly evidence to connect the spinal disease with trau¬ 
matism in this case. 

The fourth case was that of a man who fell from his 
horse and broke his collar bone. He was well for some 
months after, until at the end of six months, when ta¬ 
betic pains developed in his shoulder, spreading to the 
neck. These pains increased. Two or three months 
later he was exposed to cold, after which he became 
much worse. Two or three years later still other ta¬ 
betic symptoms developed. Syphilis was denied. 

It was only the first and last of these cases which 
with any reasonableness could be ascribed to the trau¬ 
matism, and yet in neither of them did any examina¬ 
tion at the time of the accident show the subjects were 
free from disease. No other specific objection can be 
raised against them. 

But if such cases are to be accepted as of traumatic 
origin, the following case of my own might with equal 
propriety be looked upon as of this nature. 
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The subject was a claimant for a pension from the 
Government for results of injuries received in the war. 
His history was as follows : 

In 1863 he was wounded in the left arm. Before he 
was wounded he had had chills and fever for two months. 
Malarial attacks had recurred at intervals up to the time 
of my examination, April 7, 1886. Then he suffered 
from boring, piercing pain in the left breast and side. 
The pain ran up into the left shoulder back of the head 
and across into the right shoulder. He also suffered from 
girdle pain around his chest, and attacks of severe pierc¬ 
ing, shooting pains in the right thigh and calf. In 1866, 
that is, three years after he was wounded, the pain first 
appeared in his left arm. At the time of the examina¬ 
tion the usual symptom-complex of locomotor ataxia was 
present, the hand being ataxic as well as the legs. 

In this case I was unwilling to give the opinion that 
the locomotor ataxia was the result of a gunshot wound. 
The claimant denied ever having been infected with 
syphilis. Whether the existing malaria was an etiolog¬ 
ical factor in the case or not, is a question, it seems to 
me, worthy of investigation.’"' 


Stomach Diseases of Women. —B. Robinson. {Matthew's 
Medical Quarterly , October, 1894 ) Reflex neurosis in the viscera is 
nearly always from the genitals. The genitals are more liable to disease 
than any other viscera, and have the most intimate and profound nervons 
connection of all viscera. In reflex neurosis bowel troubles are chiefly 
secondary to genital disease. I11 gynecological clinic 4 work nearly all 
cases who complain of stomachic disturbances were found to have well- 
established disease of the genital organs. It was also observed that as 
the genital disease recovered the stomach difficulties gradually decreased. 
The gradual steps in reflex neurosia are: (a) some point of irritation 
(genitals), ( b ) indigestion, (c) malnutrition, (d) anaemia and ( e) neu¬ 
rosis. FREEMAN. 


See article by writer on the connection between malaria and de¬ 
generative diseases of the spinal cord in this Journal for October, 1889. 



